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{H1% 13 inhibitor of apoptosis proteins (IAPs) DL EFF 2 1) — Gtk & L4 T T BT
% 1APs DA AN—EHEEHITEE L. RIS 2N B RFHEH) (SNIPER) OREHE
0712/ v 05T RO D OEENFHEEBEL ., 1APs HatYFF U Hi—¥
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Figure 1. Physiological protein degradation and protein knockdown.



COFRIEFRICEDE, 1APs D BT MRIEERTH S MeBS & MV-1 O (Figure 2)
Z | U T cellular retinoic acid binding protein (CRABP)Z{Z /) & L 7= SNIPER D AIIpIZE %
fTo7z. CRABP QREMV > ROUVEDTH B all-trans retinoic acid (ATAR, Figure 3)% F
WT, SFREN BB I OIS 21T o 7 #558. A CRABP SNIPER ORIRUT B
hi 7= (Figure3).
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Figure 2. Structures of MeBS and MV-1.

ATRA,

0
9]
= W
S e OH
\\\\OH di\/t\/\/t\/t
i
| PN

N
N o™ o
Utopi it L S iy O
NP _Ph 1
Hor o/, \&K\H 1 O No th PO o)\\'
Lo

n=0-2

CRABP SNIPER CRAEP SNIPER

Figure 3. Structures of ATRA and two CRABP SNIPERs.
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£33 L 7= CRABP SNIPER i IAPs O B O ME{EER TH 5 MeBS & MV-1 OREE 2 HITRE
L7729, 1APs DHOCHRZEEL TLED,. I T, FHIENSY 78RR
7% SNIPER ORISZ Hig U ER DMK %1T> /2. MeBS $FED IAPs BT BRHEEMEIC
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S UV IAP HERERH NG M % B¥/2 /20y CRABP SNIPER #BH L7z (Figure 4), 01X T. BEO4
B & U retinoic acid receptor RARYD U HJ > RO—DTH 3 Ch55 ZHIZ, RAR ZHEIE L=

RAR SNIPER DRIBHC HERZH L 7= (Figure 4) ., |
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Figure 4. Structures of BEO4, CRABP SNIPER, Ch55 and RAR SNIPER.
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BT, SNIPER Z AW/ 071 >/ v ¥ 0 iEEFR LT, fiEiinEacs
i7 % CRABP-II #REDMINIZE 2T o 2. TOHE. CRABP SNIPER ZEWT. (1) #HE
SEMALEMARIC BT CRABP-II 2 EAH A — Y OIF L S Mgz HE8d s - &,
QDIAP 772 U—F NI BOUEDTHD cellular inhibitor of apoptosis protein 1 (cIAP1)
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